Three months prior to admission, digoxin 0-25 mgms daily and Navidrex K two tablets daily had been prescribed for ankle swelling. One week prior to admission, she had suffered a twenty four hour period of nausea, vomiting and diarrhoea, which had settled spontaneously.
Doubt has existed as to whether all the manifestations of the syndrome could be attributed solely to a disorder of peripheral nerves. In particular, the often profound degree of ataxia in relation to the slight sensory and motor deficit has raised the question of cerebellar involvement. Also some of the abnormalities of eye movement suggest a central rather than peripheral lesion.4 An alternative explanation of "brain stem encephalitis" has been given5 and recently re-emphasised. 6 We report the neuropathological findings in a recently observed case and consider how they might influence these doubts and clarify the position of the syndrome within the classification of acute inflammatory polyneuropathy. Microscopic examination of the spinal nerve roots and peripheral nerves revealed patchy, but extensive recent segmental demyelination (fig 1) . The changes appeared to be of approximately the same age in all the nerves and consisted of swollen and fragmented myelin sheaths with a few associated foamy macrophages and lymphocytes. The axons were preserved, in general, but some showed swelling and tortuosity in the demyelinated region. There was scanty perivascular chronic inflammatory cell infiltration, consisting mainly of small lymphocytes in the larger nerve trunks. Sections through the spinal cord showed involvement of both motor and sensory nerve roots (fig 2) . Examination of the cranial nerves revealed the same patchy demyelination and mild cellular infiltration involving the 7th, 10th and 11th nerves. The optic nerves appeared normally myelinated. The distal protions of the 3rd, 4th and 6th cranial nerves were not available for examination but no histological abnormality of their more proximal portions was found. The brain stem and cerebellum were histologically normal. 
Discussion
Light and electron microscopy showed features well The prevalence of vesicular myelin dissolution has been noted to be higher in necropsy material than in tissue taken during life but has been reported to be mainly extracellular.IO 1 Some of the vesicular breakdown in our study may indeed represent post mortem change but its association with lymphocytes and macrophages make it unlikely that it is all artefactual. It is possible that some of the myelin splitting observed in the absence of inflammatory cells represent myelinolysis occurring after death.
In fresh tissues from acute inflammatory polyneuropathy obtained by sural nerve biopsy, phagocytosis of structurally normal myelin lamellae by insinuated macrophage processes is commonly observed.9 12 This was infrequently seen in our material which may be due to the fact that this is a relatively early feature of myelin breakdown and that our patient died thirty days after the onset of neurological symptoms. The third type of myelin change observed in acute idiopathic polyneuropathy is myelin bubble formation, thought to be a residual alteration in the nerves; it was not identified by us.9 The absence-of any evidence of remyelination is not unexpected in view of the lack of clinical improvement before death. The skeletal muscle changes were quite typical of recent denervation '3 and showed no features of renervation.
Death was due to bronchopneumonia, which although not always clinically apparent is the usual cause of death in inflammatory polyneuropathy.'
In his description of this syndrome, ' Fisher pointed out that several features, notably the degree and symmetry of the ophthalmoplegia, comparatively mild ptosis, relative sparing of downward gaze and cerebellar-type ataxia, suggested a central lesion. Also, the degree of sensory loss seemed mild if the areflexia were due to peripheral neuropathy. '.6 CT scans of the brain in three out of the nine patients in which they were performed demonstrated low density abnormalities in the brain stem. Post mortem examination of the corresponding area in one patient showed changes interpreted as evidence of encephalitis.
It has been remarked that a brain stem lesion capable of causing all the features of the Miller Fisher syndrome would have to be remarkably selective in which structures it affected and which it spared.'4 Such a lesion seems unlikely, and there is no convincingly demonstrated proof of its existence.
It was not possible to examine the distal portions of the 3rd, 4th and 6th cranial nerves in our patient, and the proximal portions were normal. Therefore we cannot prove a peripheral cause for the ophthalmoplegia. However we suggest that the pathological findings of extensive demyelination of both peripheral and cranial nerves, without pathological changes in the brain and spinal cord are characteristic of a demyelinating peripheral neuropathy of Guillain-Barre type, and thus support the inclusion of Miller Fisher syndrome within the spectrum of acute inflammatory polyneuropathy.
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